Left ventricular filling dynamics during dipyridamole induced myocardial ischaemia SIR,-Shahi et al (British Heart Journal 1991; 65:265-70) found altered pulsed Doppler transmitral flow profiles during myocardial ischaemia provoked by dipyridamole stress compared with controls and patients with coronary disease in whom ischaemia was not so induced. The interpretative difficulties and limitations of this approach in relation to the method used merit further comment.
Patient age, which importantly influences the filling pattern,' was lower in controls than in patients with coronary disease (45 (12) v 58 (6) years, p = 0-002). The consequences of dipyridamole induced haemodynamic changes on transmitral flow are therefore also likely to be affected by age. Age data are not given for the various groups and subgroups of the study population. Nor are we told whether all the subjects were in sinus rhythm.
Numerous factors can confound the evaluation of filling dynamics after dipyridamole infusion including the administration of aminophylline, which has positive inotropic and vasodilator properties, and fusion of early and atrial waves with tachycardia. All patients studied were in sinus rhythm and remained in sinus rhythm during the study period.
Aminophylline was given to two patients in group 3A and one patient in group 3B. In two of these patients it was given at the end of the study period and therefore would not have affected the filling velocities.
Two patients in the control group developed a single filling velocity during the study period but only for a maximum of two readings. In these patients the filling velocity of the early filling wave just before merging of the waves was taken to represent the filling velocity.
To allow for baseline temporal variability the mean value of five one minute recordings was taken to represent baseline value.
Regional wall motion abnormalities were not specifically assessed in our study but their importance as a more sensitive marker of ischaemia was discussed in the discussion section (p 270).
Reference 5 quoted by Dr Mazeika and Dr Oakley was cited in our paper together with its limitations. We cannot comment on reference 4 at present.
Although it was not possible for technical reasons to assess the presence of mitral regurgitation during myocardial ischaemia in our study, Dr Mazeika and Dr Oakley are correct to state that this may have affected our results. Ischaemia-induced mitral regurgitation would increase left atrial pressure and therefore decrease the isovolumic relaxation period and subsequently increase the transmitral pressure gradient with a resulting increase in the early filling velocity and a possible decrease in the atrial filling velocity. It is therefore possible that this may be the reason for the difference in left ventricular filling velocities in groups 3A and 3B. Both at the end of the abstract and in the discussion section we stated that our observations could be attributable either to the degree of myocardial ischaemia or to different haemodynamic changes occurring during myocardial ischaemias.
Once again we would like to emphasise that the study was designed to observe the left ventricular filling characteristics during myocardial ischaemia and not to suggest that these changes in filling velocities could predict myocardial ischaemia in an individual patient (last paragraph p 269 
